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Role of mitochondrial dysfunction in epithelial barrier disruption

Ichikawa, Tomohiro

3,200,000

PGC-1a E-cadherin Z0-1
PGC-1a SRT1720
PGC-1a

PGC-1a PGC-1a SRT1720
PGC-1a

This study aimed to clarif¥ whether the peroxisome proliferator-activated
receptor y coactivator-lalpha (PGC-1a ), a central regulator of mitochondrial biogenesis, is
involved in the disruption of the airway barrier function induced by aeroallergens. BEAS-2B cells
were exposed to house dust mite (HDM) and the expressions of PGC-la and E-cadherin  were examined
by immunoblotting. The effect of SRT1720, a PGC-la activator on E-cadhherin experssion and
transepithelial electrical resistance (TEER) in the HDM-exposed BEAS-2B cells were investigated. The
amounts of PGC-la and E-cadherin in the HDM-treated cells were significantly decreased compared to
the vehicle-treated cells. SRT1720 restored the expressions of PGC-la and E-cadherin reduced by
HDM in BEAS-2B cells. Treatment with SRT1720 also significantly ameliorated the HDM-induced
reduction in TEER. In conclusion, the current study demonstrated that HDM disrupted the airway
barrier function through the PGC-la -dependent pathway.
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